Toxaemia of pregnancy is characterised by generalised oedema, proteinuria, and hypertension, and generally occurs in the third trimester of pregnancy. The pre-eclamptic state progresses to eclampsia if convulsions supervene. Spontaneous retinal detachment in toxaemia was first reported by Von Graefe in 1855.1 Although retinal detachment is now a well recognised complication of toxaemia of pregnancy, it is very uncommon. [2] [3] [4] [5] [6] The pathogenesis of retinal detachment in toxaemia of pregnancy is not fully understood, and both the retina and the choroid have been implicated as the source of the subretinal fluid in this condition.7-12 Previous reports in the literature describing fluorescein angiographic findings have suggested that detachment is secondary either to choroidal vascular damage alone13 or possibly to both retinal and choroidal vascular damage. '4 This report describes the clinical findings in 2 cases of retinal detachment occurring in toxaemia of pregnancy. Fluorescein angiography showed evidence of choroidal leakage of dye as well as delayed filling of the choriocapillaris. We believe the latter finding has not been reported in the literature. These observations lend support to the hypothesis that retinal detachment in toxaemia of pregnancy is secondary to choroidal vascular damage alone.
abruption at approximately 34 weeks gestation on 21 September 1976 with a 1-day history of decreased vision in the right eye. The past medical history was unremarkable.
Physical examination showed a blood pressure of 150/100 mmHg, 1 + oedema, and mild deep tendon hyperreflexia. No fetal heart tones were heard, and fetal death was confirmed by fetal monitor. Ocular examination showed a visual acuity of 6/60 (20/200) in the right eye and 6/6 (20/20) (0-15-0 4) ), glucose 160 mg/dl (8-9 mmol/l) (normal 62-110 (34-6 1)), total protein 5 5 g/dl (55 g/l) (normal 6 5-8 3 (65-83)) and albumin 2 6 g/dl (26 g/l) (normal 3 9-5 0 (39-50)).
The patient was treated with intravenous magnesium sulphate, hydrallazine, penicillin, and gentamicin. Ten platelet packs were required for stabilisation.
Repeat caesarean section was performed, and a slightly macerated stillborn male infant was delivered from a fibroid uterus.
Postoperatively she received 4 units of whole blood; magnesium sulphate and antibiotics were continued, and a wound infection was opened and drained. Methyldopa and hydrochlorothiazide were begun on the third postoperative day. The platelet count and renal and liver function studies returned to normal, and the patient lost 60 lb (27 kg) by diuresis while in the hospital.
On 7 January 1976, 2 weeks post partum, the vision was 6/15 (20/50) in both eyes, and the detachments had largely resolved except for inferior subretinal fluid. Both maculae appeared to be slightly oedematous. Diffuse mild subretinal pigmentary disturbance was present in the posterior pole of both eyes. A few scattered whitish lesions were seen in the right eye underlying the macula. Fluorescein angiography of the retinal vasculature appeared normal. In the arteriovenous phase delayed filling of the choriocapillaris persisted into the late phase of the angiogram (Fig. 4-6 in a patient population with approximately an 8% incidence of toxaemia. This observation confirms the previously reported low incidence of this condition. We suspect, however, that additional cases might have been discovered if ophthalmological examinations with indirect ophthalmoscopy had been performed on all toxaemic patients.
The pathogenetic mechanism for the production of serous retinal detachment in toxaemia of pregnancy is not fully understood. Clapp'8 Stern and Ernest'0 performed microsphere embolic occlusion of the posterior ciliary arteries supplying the choriocapillaris in rhesus monkeys. Small white patches of oedema in the external retina were caused by infarction of the retinal pigment epithelium and external retinal layers and corresponded to focal areas of fluorescein leakage on angiography. These white patches resembled the Elschnig spots seen in malignant hypertension, pre-eclampsia, and collagen vascular disease. Furthermore, retinal detachments developed in 2 monkeys made hypertensive with intravenous noradrenaline during the procedure. The pathological findings in serous retinal detachments in 3 patients with malignant hypertension and 1 with chronic glomerulonephritis were reported by Klein," who established a direct relationship between ischaemic infarcts of the choriocapillaris and retinal separation. Thrombotic occlusion of the choriocapillaris with fibrinoid necrosis of the walls, the adjacent stroma, and the overlying pigment epithelium was demonstrated in 2 of the 4 necropsied cases. Another pre-eclamptic patient with serous retinal detachment recovered, but was left with small yellowish scars and central pigment deposits (Elschnig spots) thought to represent healed infarcts of the choriocapillaris. Cogan20 noted that the ocular lesions of malignant hypertension, as described by Klein, had the same histological appearance as those in disseminated intravascular coagulation (DIC) and suggested systemic Bill and Linder23 demonstrated leakage of Evans blue dye out of uveal blood vessels of cats after sympathectomy during increase of the systemic blood pressure. In a study of the effects of systolic hypertension on rhesus monkey eyes after ocular sympathectomy Ernest24 showed fluorescein leakage of dye from the uveal circulation in these animals that did not occur after ocular sympathectomy or systemic hypertension alone. Potts25 has shown an increased blood flow and increased hydrostatic pressure through the macula, the vasculature of which is denser than in the retinal periphery. Although the exact mechanism remains unproved, these hydrodynamic factors, coupled with an alteration of sympathetic neural control in the hypertensive toxaemic patient, may play a role in causing choroidal vascular incompetency with resultant leakage and serous retinal detachment.
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ADDENDUM. Since submitting this paper for publication 2 cases of choroidal nonperfusion in toxaemia of pregnancy have been reported.'6 Owing to predominantly abnormal choroidal vascular patterns the authors implicated choroidal vascular insufficiency as the primary basis for secondary retinal detachments seen in toxaemia of pregnancy.
